CA). FITC-conjugated (MP6-XT22)-rat anti-mouse TNFα and FITC-conjugated (MP520F3)-
rat anti-mouse IL-6 were from R&D systems (Minneapolis, MN). Papain was from Calbiochem (EMD Chemicals Inc., San Diego, CA). E-64, cysteine and human serum albumin (HSA) were from Sigma-Aldrich (St. Louis, MO). Cell Trace TM CFSE cell proliferation kit was from Invitrogen (Carlsbad, CA).
Peritoneal-derived mast cells and basophil cultures
For peritoneal derived mast cells (PDMC) and basophils, a peritoneal lavage (PL) was performed by injecting 5 ml RPMI medium and 2 ml of air into the peritoneal cavity. After a brief massage of the abdomen, access to the peritoneum was obtained and the peritoneal lavage was harvested with a Pasteur pipette. PL cell cultures were in RPMI 1640 with L-Glutamine medium supplemented with 10% FCS, 1X non-essential amino-acids, 1 mM sodium pyruvate, 20 mM HEPES, 100 μg/ml streptomycin and 100 U/ml penicillin (all from Invitrogen, CA), 37.5 μM β-mercaptoethanol (Sigma-Aldrich, MO), 20 ng/ml recombinant mouse IL-3 and 20 ng/ml recombinant mouse SCF (both from PeproTech Inc., NJ). PDMC and PL basophils were distinguished on the basis of cell surface markers as described in the main text.
Enzyme-linked immunosorbent assays for papain or HSA-specific IgE.
For papain or HSA-specific IgE detection, plates were coated with 50 μg/ml of E64-inactivated papain (as previously described (Sokol et al., 2008) ) or HSA, respectively. After blocking, the sera, collected at the indicated times, were diluted (1:25; 1:50 and 1:100) and aliquoted (100 μl) in the plate. Papain-specific or HSA-specific IgE was then detected with a horseradish reading at a serum dilution of 1:25 was linear and is reported in this manuscript.
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Lyn
-/-) mice as described in Figure S9A . Per group, n=4. (B) Same experiments and conditions as described in Figure 6 (A) using cultured BMderived basophils from WT and Igh-7 -/-Lyn -/-mice.
Per group, n=4. (C) Same cells as in (B) were incubated two more hours after stimulation in the presence of 10 μM monensin. IL-4 production by basophils was determined by flow cytometry as described in Figure 3B . (A-C) Statistical analysis was by an unpaired two-tailed student t test (mean ± s.e.m.), ns: not significant, *: p<0.05, **: p<0.01.
